Abstract
Introduction

The predominantly young woman-orientated systemic lupus erythematosus (SLE) is a disease that involves an extremely complicated and multifactorial interaction of various genetic, sex hormonal and environmental factors. Crystalline silica (Si) may act as an immunoadjuvant to increase secretions of inflammatory endogenous substances and antibody production. Recent findings have suggested that exposure to Si may be a risk factor for SLE induction. In the present study, we encountered an elderly Si-associated SLE (sSLE) man, who responded to glucocorticoid therapy with a favorable outcome.
Case Report
A 77-year-old man was admitted to our hospital for evaluation of Although histopathologically diagnosed as silicosis ( Fig. 2A, B 
F i g u r e 3 . S t a i n i n g o f t h e g l o me r u l u s wi t h p e r i o d i c a c i d -s c h i f f ( P AS ) r e a g e n t ( F i g . 3 A: × 2 0 0 ) i n d ic a t e s t h i c k e n i n g o f t h e b a s e me n t me mb r a n e ( a r r o ws ) wi t h f o c a l s e g me n t a l s c l e r o s i s -i n f l i c t e d l es i o n s ( a r r o wh e a d ) . I mmu n o f l u o r e s c e n c e mi c r o s c o p y i n d i c a t e s s t a i n i n g o f I g G ( F i g . 3 C: × 4 0 0 ) a n d C1 q ( F i g . 3 D: × 4 0 0 ) . E l e c t r o n mi c r o s c o p y p o r t r a y s d e p o s i t i o n o f i mmu n o c o mp l e x e s o n t h e b a s eme n t me mb r a n e ( * ) a n d v i r u s -l i k e p a r t i c l e s i n t h e e n d o t h e l i u m ( a r r o ws ) ( F i g . 3 B ) .
(3). Since the report by Caplan (4) Fig. 2A, B) (14) . (16) . They developed a syndrome that is serologically and pathologically similar to human SLE. In humans, the serum levels of soluble Fas (sFas), the most typical alternatively spliced variant of wild-type fas genes, are higher in silicosis and SLE patients (17, 18 (17) . (20, 21 (22, 24, 25 Fig. 2A, B) 
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Although the biological mechanism of sSLE is unclear, certain immunosystemic abnormalities may be correlated with the onset; defective apoptosis leading to the prolonged survival of pathogenic lymphocytes is thought to be one of the sSLE mechanisms (15). Certain hypotheses have been proposed for this etiological perspective; (i) dysregulation of the Fas-Fas ligand (FasL) system and (ii) the adjuvant effect of defective macrophages. In hypothesis (i), dysregulation of the Fas-mediated apoptosis pathway has been considered to play a role in autoimmune response; mutations of the Fas and FasL genes, which lead to defects in apoptosis, have been observed in autoimmune strains of mice; i.e. lpr mice for Fas and gld mice for FasL
Dysregulation of the Fas-FasL pathway might be also related to the development of silicosis. Si induces FasL expression through production of active oxygen in pulmonary macrophages in vitro and in vivo. And it has been speculated that FasL signaling induces inflammatory apoptosis in alveolar epithelial cells and macrophages with inflammatory cytokines, leading to silicosis
